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Snake envenomation poses a significant public health concern, yet the mechanisms of venom-induced morbidity
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Snakebite envenomation 1S a major yet under-
researched public health issue, especially in tropical
areas where access to antivenom care is limited!
(Fig.1). While antivenom neutralizes circulating toxins,
it often fails to resolve local tissue damage and long-
term inflammation®>. This project explores early
iImmune responses triggered by cobra venom 1n
comparison to lipopolysaccharide (LPS), a well-studied
bacterial endotoxin commonly used as a pro-
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Figure 1. Map of estimated annual snakebite deaths with the
highest rates occurring in sub-Saharan Africa and South Asia.
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% : : dmin; d Thi h i Figure 3. Effect of cobra venoms and toxins on cell viability. A) Inhibition of cell viability Figure 4. Release of cytokines on U937- MDM. Cells were treated for 1 h, 3 h, 6 h, and 24 h
atter antivenom 18 administered. 15 Icscarch 1s on U937 MDM cells treated for 24 h with various concentrations of N. melanoleuca whole with non-cytotoxic concentrations of N. melanoleuca whole venom, N. kaouthia whole venom,
critical because studylng the effects of cobra venoms venom, N. kaouthia whole venom and a-cobratoxin were tested using Cell-titer blue assay. and a-cobratoxin. Supernatants were collected and the main pro-inflammatory cytokines TNF-a
provides insight into the immunopathology of Results were expressed as the percentage of inhibition of cell viability relative to the negative (A), IL-6 (B) and IL-8 (C) , and the anti-inflammatory cytokine IL-10 (D) were determined

: d d f h : Thomie 5 A) Verem commesiton @i tmese of N control of cells treated with PBS. B) PBS: Negative control, cells treated with vehicle only. C) using ELISA commercial kits. Cytokine release was expressed as pg/mL. Positive control: LPS
envenqmatlon an can guide tuture therapeutic melanoleuca (Forest cobra), B) Venom composition and image LPS: Cells treated with 0.25 pg/mL lipopolysaccharide. D) Inhibitory concentration 50 ( ICs) (lipopolysaccharide). Negative control: untreated cells. *p < 0.05 vs. negative control of cells
strategles“ﬁ : of Naja kaouthia (Monocled cobra). of the three treatments for U937-MDM cells. treated with the vehicle only; 'p< 0.05 vs. positive control of cells treated with LPS.
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